The synthesis of heat shock proteins (HSPs) may play a significant role in the mechanism of cellular protection against oxidative injury [ I , 21. We have shown that T-lymphoid (Molt-3) cells exhibit enhanced susceptibility to H202-induced cytogenetic damage and that these cells also have low levels of intracellular catalase activity [3] . The aim of this study was to investigate the response of human T-lymphoid cells (Molt-3) to H202-derived oxidative stress. The endpoints we analysed were HSP synthesis and cellular antioxidant enzyme activities.
Molt-3 cells were maintained in RPMI 1640 containing 10 % (v/v) FCS, 100 IU/ml streptomycin/penicillin and incubated at 37'C in 9 5 5 % air:CO2 humidified athmosphere. Previous experiments had shown that a dose of 10 pM H202 was non-toxic to Molt-3 cells and a dose of 100 pM H202 was cytotoxic. In the light of these findings, the following treatment groups were set up; control cells where no H202 was added; cells pretreated with a single dose of 10 pM H202, incubated for 18 h at 37 'C and then challenged with a 30 min exposure to 100 pM H202. cells were washed free of H202 and were then further incubated for 72h. Other treatment groups consisted of cells receiving pretreatment with 10 pM H202 only or receiving 100 pM H202 challenge only. Cell viability was determined by the Trypan-Blue exclusion test.
Control and H202 treated cells were harvested at 72 h post challenge treatment and total cell lysates prepared by sonication. Cellular antioxidant assays were then performed for superoxide dismutase (SOD), glutathione peroxidase (GPx) and catalase (CAT), according to the methods described 14-61 respectively. 
2) Pretreatment 4.84 f 1.40 '62.50 f 10.00 6.43 f 3.43
3) Pretreatment 7.80 f 3.1 1 38.50 f 8. . When compared to heat shock. H202 was shown to be a more effective inducer of protein synthesis ( Figure Ib) . This shows that the inducible form of Hsp 70 is synthesised rapidly in Molt-3 cells following exposure to H202. It has been been suggested that specific induction of Hsp 70 may play a role in the cytoprotection against ROS-induced oxidative stress [7.8] .
The results of this study shows that following exposure to a non-toxic dose of 10 pM H202 resulted in a increase in GPx activity and exposure to a toxic dose of 100 p M H202 resulted in the induction of Hsp 70 synthesis. It would appear that Tlymphoid cells possess an intrinsic mechanism of protection against oxidative injury. 
